B Drury and F Imrie
Department of Ophthalmology, Gold Coast Hospital, Southport, QLD, Australia E-mail: brett.drury1@gmail.com We read with interest the article on 'Reduction of thickness of ganglion cell complex after internal limiting membrane peeling during vitrectomy for idiopathic macular hole' by Baba et al. 1 In the discussion regarding the possible mechanisms of ganglion cell complex (GCC) thickness reduction, it is noteworthy to include that indocyanine green (ICG) can cause the alteration in the surgical planes during internal limiting membrane (ILM) peeling in macular hole (MH) surgery. In a study by Gandorfer et al, 2 all membrane specimens from ILM peel revealed not only the ILM, but also some small amounts of retinal elements, such as the plasma membrane of Mü ller cells and other undetermined structures. This indicates a cleavage plane not exactly at the outer undulating aspect of the ILM but within the outermost retinal layers, which would account for the thinning of the GCC layer.
The conclusion by the authors in this study is controversial. ILM peel may improve the success of anatomical closure of a MH. Macular hole surgery, with or without the use of adjuncts, had high success rates prior to the recently accepted practice of ILM peeling. It is our understanding that many centres do not perform an ILM peel routinely for certain stages of MH and despite this, achieve high rates of anatomical closure. Smiddy et al 3 reported a high anatomic MH closure rate of 93% with a complete, partial or no ILM peel. Brooks Jr 4 reported 82% primary anatomical closure of MH without ILM peel. ILM peel is not essential for MH o300 mm and o6 months in duration, and its value in other stages of macular hole is still not proven, though widely accepted. We suggest that, ILM peel may aid in MH closure but is not essential as the authors concluded in their study. measured by microperimetry after internal limiting membrane (ILM) peeling in eyes with an idiopathic macular hole (MH). We reported that the thinning of the GCC at 3 and 6 months after vitrectomy was significantly correlated with the reduced retinal sensitivity. 2 As Dr Soong and Mr Saha suggested, the outer layer of the neurosensory retina can be damaged by peeling of ILM. The ILM is the endfeet of the Mü ller cells and the tractional force induced by ILM peeling might be transmitted to the other end of the Mü ller cells, where they are attached to the photoreceptors by intermediate junctions (zonulae adherentes). However, we did not observe any significant changes of the external limiting membrane by SD-OCT in the area where the ILM had been peeled.
Lois et al 3 have reported a higher rate of anatomic closure and lower reoperation rates after ILM peeling in eyes with a MH in their multicenter randomized controlled trial. Their rate of reoperation was relatively high (12% in ILM-peeled eyes and 48% in non-ILMpeeled eyes), but they concluded that ILM peeling appeared to have beneficial effects. They concluded that ILM peeling was more cost-effective than no ILM peeling to treat stage 2 or 3 MHs (they excluded stage 1 and 4 MH). 4 We agree that ILM peeling is beneficial to treat MHs but ILM peeling can be harmful to retina as we have reported. It was not our purpose of this study to prove that the ILM peeling is necessary to close MH but to show there were some negative aspects of ILM peeling. Our goal was to close the MH, and peeling the ILM led to better closure rates. However, further studies are needed to determine whether ILM peeling is necessary to close MH with various preoperative conditions, for example, different MH stages, diameters, duration from onset, and microstructures observed by SD-OCT.
